Stenotrophomonas maltophilia was isolated from the respiratory tracts of 41 (25%) of 163 children attending our pediatric cystic fibrosis unit between September 1993 and December 1995. The extents of S. maltophilia contamination of environmental sites frequented by these patients were investigated with a selective medium incorporating vancomycin, imipenem, and amphotericin B. Eighty-two isolates of S. maltophilia were cultured from 67 different environmental sites sampled between January and July 1996. The organism was widespread in the home environment, with 20 (36%) and 25 (42%) of sampled sites positive in the homes of colonized and noncolonized patients, respectively. In the nosocomial setting, it was isolated from 18 (32%) sites in the hospital ward and from 4 (17%) sites in the outpatient clinic area. The most common sites of contamination were sink drains, faucets, and other items frequently in contact with water. All environmental and clinical isolates were genotyped with enterobacterial repetitive intergenic consensus sequences as primers. A total of 33 of the 41 patients were colonized with unique strains, and four pairs of patients shared strains. Further characterization by pulsed-field gel electrophoresis after digestion with XbaI found that there was no evidence of patient-to-patient transmission; however, there was some evidence that a small number of patients may have acquired the organism from the hospital environment. Resampling of environmental sites in the hospital ward in January 1997 revealed evidence of genetic drift, complicating the accurate determination of environmental sources for clinical strains. The source of the majority of S. maltophilia strains colonizing the respiratory tracts of these patients with cystic fibrosis remained uncertain but may have represented multiple, independent acquisitions from a variety of environmental sites both within and outside the hospital.
Stenotrophomonas maltophilia is an increasingly recognized nosocomial pathogen, particularly for immunocompromised patients (29) . The respiratory tract is the most common site of isolation for hospitalized patients, accounting for 56 to 69% of all isolates (6, 17, 22, 25) . Risk factors for S. maltophilia colonization and infection include mechanical ventilation (22, 35) , previous exposure to broad-spectrum antibiotics (11, 21, 22, 34, 35) , prolonged hospitalization (11, 21, 22, 34) , and the use of equipment in contact with the respiratory tract, such as nebulizers (12, 27) . Epidemiological studies of S. maltophilia have employed serotyping (21, 35) , pyrolysis mass spectrometry (27) , ribotyping (2, 17) , random amplification of polymorphic DNA (5, 6, 32, 38) , enterobacterial repetitive intergenic consensus-PCR (ERIC-PCR) (5) , and pulsed-field gel electrophoresis (PFGE) (22, 28, 30, 32, 38) . A consistent observation of all of the genotyping studies has been that a wide diversity of strain types is isolated from patients. Although small clusters of related types have been observed, most patients harbor apparently unique strains.
S. maltophilia is found in a wide variety of aquatic, soil, and rhizosphere environments and on various contaminated materials and fomites, including faucets (21) , showers (30) , disinfectants (37) , ice-making machines (24) , nebulizers (27) , dialysis machines (15, 33) , and arterial-venous pressure monitoring devices (14) . Several of these have been implicated as sources of nosocomial infection with S. maltophilia. Despite this, few studies have included systematic environmental sampling in the investigation of individual outbreaks, and none have sampled the home environment.
The prevalence of colonization of the respiratory tracts of patients with cystic fibrosis (CF) by S. maltophilia has also increased in recent years (8) , with some clinics reporting rates in excess of 30% (1) . This increase has been associated with the extensive use of antipseudomonal antibiotics for early treatment of Pseudomonas aeruginosa colonization and control of chronic P. aeruginosa respiratory tract infections (9) . Although S. maltophilia has been isolated from equipment used to deliver aerosolized antibiotic therapy (18) , the sources of S. maltophilia and modes of transmission between patients with CF remain to be elucidated. One small study with PFGE following DNA digestion with XbaI revealed that five patients attending the same French CF clinic were colonized with different strains of S. maltophilia (36) . However, no genotyping study has analyzed large numbers of S. maltophilia strains isolated from patients with CF attending the same clinic.
In this study, the extents of S. maltophilia contamination of environmental sites in the hospital ward, outpatient clinic areas, and six homes were assessed with a selective medium for S. maltophilia incorporating vancomycin, imipenem, and amphotericin B as selective agents (VIA medium) (20) . Environmental and clinical isolates of S. maltophilia were subjected to genotyping to assess the role of the environment in the colonization of the respiratory tracts of children with CF. All isolates were analyzed by ERIC-PCR, and those with profiles maltophilia NCTC 10258, P. aeruginosa NCTC 10662, and Escherichia coli NCTC 10418 were included as control organisms. The plates were read by eye, and single colonies or a barely visible haze of growth were disregarded. The breakpoint concentrations used were based on British Society for Antimicrobial Chemotherapy guidelines (3) and were as follows: aztreonam, sensitive (Ͻ8 mg/liter); tobramycin, sensitive, (Ͻ1 mg/liter) and resistant (Ͼ4 mg/liter); ciprofloxacin, sensitive (Ͻ1 mg/liter) and resistant (Ͼ4 mg/liter); and ceftazidime, sensitive (Ͻ2 mg/liter). Antibiotics were obtained from the following sources: ceftazidime and tobramycin from Sigma Chemical Co., Dorset, United Kingdom); aztreonam from Bristol-Myers Squibb, Hounslow, United Kingdom; and ciprofloxacin from Bayer plc, Newbury, United Kingdom. The results obtained were used to formulate antibiograms for each S. maltophilia strain. Statistical analysis was performed by the chi-square test.
Molecular typing by ERIC-PCR. All strains of S. maltophilia isolated during environmental sampling and one strain from each patient found to be colonized with S. maltophilia between September 1993 and December 1995 were subject to typing by ERIC-PCR. Strains were tested in triplicate to ensure reproducibility of the method. DNA was extracted from strains by the method of De Lamballerie et al. (7) . Briefly, isolates were grown overnight on Iso-Sensitest agar. A single, well-isolated colony was emulsified by vortexing with 200 l of Chelex extraction buffer (15% Chelex 100 resin [BioRad Laboratories, Hercules, Calif.], 0.1% sodium dodecyl sulfate, 1% Nonidet P-40, 1% Tween 20) held in a 0.6-ml Eppendorf tube. Each sample was placed into boiling water for 10 min and then vortexed again before centrifugation at 13,000 ϫ g for 30 s. The supernatant was removed into a clean 0.6-ml Eppendorf tube and adjusted to a final concentration of 10 mM Tris-HCl and 1 mM EDTA with a 20-fold-concentrated solution of TE buffer (200 mM Tris-HCl, 20 mM EDTA [pH 8.4] ). DNA extracts were kept at Ϫ70°C when there was a delay prior to use. ERIC-PCRs were carried out in 0.6-ml Eppendorf tubes containing 50 l of PCR mix, which was made up of 10ϫ buffer (10 mM Tris-HCl [pH 9.0], 50 mM KCl, 0.1% Triton X-100), 200 M each nucleoside dATP, dTTP, dCTP, and dGTP, 5 l of dimethyl sulfoxide, 1 mM magnesium chloride, 2 U of Taq polymerase (HT Biotechnology, Cambridge, United Kingdom), 0.4 M ERIC-2 (5Ј-AAGTAAGTGACTGGGGTG AGCG-3Ј) primer, and 3 l of DNA template. Each reaction mix was overlaid with mineral oil, and PCR was performed with an air-cooled thermocycler (Quatro TC-40; Quatro Biosystems, Manchester, United Kingdom) under the following conditions: 4 min at 94°C, followed by 35 cycles each of 45 s at 94°C, 1 min at 58°C, and 2 min at 72°C, followed by a final extension of 10 min at 72°C. Amplification products were analyzed by electrophoresis through 2% agarose gels with a 123-bp ladder as a size marker and were visualized following staining with ethidium bromide. PCR product patterns were compared by eye and by computer analysis (Gelworks, UVP Inc., Upland, Calif.). PCR patterns were considered identical when the positions of all bands matched. Differences in band intensity were ignored.
Molecular typing by PFGE. Strains were inoculated into 5 ml of nutrient broth (Unipath, Basingstoke, United Kingdom) and incubated for 6 h at 37°C with shaking to attain exponential growth. The cells were pelleted by centrifugation at 3,000 ϫ g for 10 min, and the supernatant was discarded. The cells were then resuspended in 1 ml of SE buffer (25 mM EDTA [pH 7.4], 75 mM NaCl), mixed 1:1 (vol/vol) with 2% low-melting-point agarose dissolved in SE buffer, inserted into plug moulds (10 by 5 by 1.5 mm), and allowed to set. Each plug was placed into a 1.5-ml Eppendorf tube containing 1 ml of lysis buffer (10 mM Tris-HCl [pH 7.6], 100 mM EDTA [pH 8.0], 50 mM NaCl, 0.2% deoxycholic acid, 1% lauroylsarcosine, 2-mg/ml lysozyme, 30-g/ml RNase), and the tubes were incubated overnight at 37°C. The lysis buffer was then replaced by 1 ml of a solution containing 0.5 M EDTA (pH 9.5)-1% lauroylsarcosine. Plugs were then incubated at 42°C overnight in a water bath. The solution was then replaced with 1 ml of TE buffer (10 mM Tris-HCl, 1 mM EDTA), and the plugs were stored at 4°C until use.
In preparation for digestion, each plug was placed in 1 ml of 1:10 dilution of TE buffer, washed for 15 min with rolling (Spiramix 5; Denley Instruments Ltd., Sussex, United Kingdom), and then placed in 750 l of restriction digest buffer H (50 mM Tris-HCl, 10 mM MgCl 2 , 100 mM NaCl, 1 mM dithioerythritol [pH 7.5]) and washed again for 15 min with rolling. A 500-l volume of fresh H buffer was used to replace the previous buffer, 25 U of XbaI restriction endonuclease (Boehringer, Mannheim, Germany) was added, and plugs were then incubated at 37°C for 6 h. Electrophoresis was performed by 1.2% PFGE agarose gels run on a contour-clamped homogeneous electric field DRII system (BioRad Laboratories) over 20 h at 14°C with 5 to 35 s of linear ramping at 6 V/cm. Lambda ladder was incorporated as a size standard. Electrophoresis products were visualized by ethidium bromide staining, and patterns were compared by eye. Interpretation was based on the criteria of Tenover et al. (31) . Strains were tested in duplicate to determine reproducibility of the technique.
RESULTS
The total number of patients attending the RPCFU on a full-time basis between September 1993 and December 1995 was 163. S. maltophilia was isolated on at least one occasion during this period from 41 of these patients, an overall inci-dence of 25%. A total of 17 patients were male and 24 were female (ratio, 1:1.4). Some patients had been colonized with S. maltophilia for several years before the study began. The dates of the first positive respiratory tract culture for S. maltophilia were 1988 (1 patient), 1989 (2 patients), 1990 (1 patient), 1991 (2 patients), 1992 (5 patients), 1993 (7 patients), 1994 (12 patients), and 1995 (10 patients). One patient was positive for S. maltophilia on arrival from another clinic in September 1993, but it was uncertain when the first positive culture for S. maltophilia had occurred. Both the median and the mean ages at the time of the first positive sputum culture for S. maltophilia were 9 years and 8 months. Only 4 (10%) of the 41 patients were chronically colonized with S. maltophilia (i.e., Ͼ50% of sputum samples taken during the study period were positive). Twenty-four (59%) were also chronically colonized with other organisms (P. aeruginosa, Aspergillus fumigatus, Staphylococcus aureus, Haemophilus influenzae, Brevundimonas vesicularis, or atypical mycobacteria), although only 10 (24%) of these were chronically colonized with P. aeruginosa.
The results of environmental screening carried out in 1996 are shown in Table 1 . The 67 positive environmental sites yielded a total of 82 isolates of S. maltophilia. Of the 16 positive sites in the ward in 1996 available for resampling (a toothbrush and a bunch of flowers were not available), 12 were again positive for S. maltophilia during 1997.
Twelve members of the staff (five doctors, four nurses, and three physiotherapists) were examined for S. maltophilia hand carriage during July 1996. All were found to be negative.
Twenty-nine patients volunteered to submit stool samples for analysis. Twenty-two were from noncolonized patients, and seven were from colonized patients. All 29 samples failed to yield S. maltophilia on culture.
Susceptibilities to antimicrobials were determined for 40 clinical and 80 environmental S. maltophilia isolates. Three isolates (one clinical and two environmental) failed to grow on Iso-Sensitest agar. Significant differences in resistance to ceftazidime (48 versus 16% [P Ͻ 0.0001]), ciprofloxacin (68 versus 45% [P Ͻ 0.05]), and aztreonam (73 versus 51% [P Ͻ 0.05]) were found for clinical and environmental strains of S. maltophilia. No significant differences were observed for tobramycin (93 versus 84%).
ERIC-PCR analysis of series of strains from patients with S. maltophilia isolated on more than one occasion during the study period revealed only one patient with more than one strain of S. maltophilia. He was chronically colonized with a single strain throughout the whole study period (identical ERIC-PCR profile throughout, with a difference of one band in the PFGE profile between an isolate from September 1993 and all other isolates). Four other strains were isolated during the study period, each with unique ERIC-PCR and PFGE profiles.
The 45 clinical isolates (1 isolate each from 40 patients and 5 isolates from 1 patient) of S. maltophilia were represented by 10 different biotypes, and 13 different antibiograms. The two most common biotypes accounted for 15 (33%) and 14 (31%) of the strains, respectively. The most common antibiogram (resistance to all four of the tested agents) accounted for 16 (36%) of the strains. The same 45 clinical isolates were represented by 41 different genotypes by ERIC-PCR. Thirty-two patients carried unique ERIC-PCR types, four pairs of patients shared the same type, and one patient was colonized with five different strains, one of them chronically. Most clinical strains had easily distinguishable ERIC-PCR profiles, but eight patients had isolates with similar profiles (Fig. 1) . In this group, there were two pairs (lanes B and C and H and I) and four unique strains (lanes D to G).
The 21 S. maltophilia isolates from the CF ward environment in 1996 were represented by 12 different ERIC-PCR types. Six isolates (sources for which were three sink drains, one faucet, one water sample, and one toothbrush) shared the same ERIC-PCR type (Fig. 1 , lanes J to O) and were indistinguishable to one of the pairs of clinical isolates (Fig. 1, lanes H and  I) . Three other isolates (sources for which were one sink drain, one faucet, and one water sample) from the CF ward environment shared another ERIC-PCR type which was identical to that of another of the pairs of clinical isolates (data not shown). Two other pairs of isolates and eight unique isolates were also identified.
Three different ERIC-PCR profiles were obtained from the four outpatient clinic isolates, and none of these were found to match the profiles of clinical S. maltophilia isolates. Clusters of identical S. maltophilia strains were found in each of the six a Sources were as follows for the following locations: ward, toothbrush, flowers, and kitchen work surface; clinic, waste disposal unit; homes (colonized), four sponges, potatoes, washing machine, dishcloth, washing brush, and waste disposal unit; homes (noncolonized), three sponges, two washing machines, pan scrubber, dishcloth, washing bowl, waste disposal unit, kitchen work surface, and flannel.
b ND, not determined.
sampled homes, sometimes occurring in separate areas of the house. None of the isolates from the home environments of S. maltophilia-colonized patients had ERIC-PCR types that matched those of the clinical isolates from the patients.
Comparison of the ERIC-PCR types of S. maltophilia isolates from the inpatient ward environment in 1996 and 1997 revealed that six of the sites harbored strains with different genotypes in 1997 compared to 1996 (five sink drains and one water sample), whereas the other six had identical genotypes on both occassions (four sink drains, one faucet, and one water sample).
Of the four pairs of clinical isolates identified by ERIC-PCR, all could be differentiated by PFGE. One pair of isolates with similar (but distinguishable) ERIC-PCR profiles (Fig. 1 , lanes C and G) differed by only one band by PFGE (Fig. 2, lanes E  and F) . The other clinical S. maltophilia strains with similar ERIC-PCR genotypes were all distinguishable from one another by PFGE. PFGE of the six environmental isolates with the indistinguishable ERIC-PCR type (Fig. 1, lanes J to O) identified three different PFGE types (Fig. 2) . The first type was represented by a water sample isolate and two others (isolated from a toothbrush and a sink drain) which differed from the first by only three bands (Fig. 2, lanes H to J) . The water sample strain was identical to one of the clinical strains (Fig. 2, lanes G and H) . The second type, represented by an isolate from a sink drain, differed by only two bands from two of the clinical isolates (Fig. 2, lanes D to F) . The third type was represented by two CF ward environmental isolates (isolated from a faucet and a sink drain), differing from each other by only three bands (Fig. 2, lanes B and C) . Three other environmental strains with identical ERIC-PCR types were differentiated by two different PFGE patterns. One pattern was shared by isolates from a water faucet and a water sample taken through it. Both of these PFGE patterns were different from those of the two clinical isolates with the same ERIC-PCR type, which themselves had clearly distinguishable patterns.
PFGE analysis of the six CF ward environment strains with identical ERIC-PCR patterns in 1996 and 1997 revealed that four strains differed from the previous year's PFGE pattern by one to three bands. Three pairs of these strains are shown in Fig. 3 (lanes B and C, D and E, and H and I) . The other two strains had identical PFGE profiles on both occasions.
DISCUSSION
S. maltophilia was relatively easy to find in the environment of patients with CF. This is in direct contrast to attempts to locate environmental sources of clinical strains of B. cepacia (4, 26) . Interestingly, for an organism primarily thought of as a nosocomially acquired pathogen, it was more widespread in the home (39% of samples) than it was in the hospital (28%). Colonized patients did not appear to contaminate their surroundings with S. maltophilia. There were no significant differences in the prevalence of the organism in the homes of colonized and noncolonized patients, and none of the home environment strains of colonized patients matched their clinical strains by genotyping.
The diversity of types seen with ERIC-PCR in this study is consistent with the findings of other genotyping studies of S. maltophilia outbreaks in which the majority of patients have had unique types and only occasional small clusters of indistinguishable strains have been identified (6, 17, 22, 28, 30, 32, 38) . It is also consistent with the results of one small study (five patients) of S. maltophilia strains isolated from patients with CF (36) . This suggests that patient-to-patient spread of a highly transmissible strain was not a major route of spread in the RPCFU. In the absence of any convincing evidence that patients were contaminating their environment, the finding of clusters of strains with identical or very similar ERIC-PCR profiles from clinical and environmental sources suggested that the source of some of the clinical S. maltophilia strains may have been the hospital ward environment. However, the PFGE and epidemiological data were inconclusive. Only one patient had a clinical isolate with ERIC-PCR and PFGE profiles indistinguishable from those of an environmental isolate (Fig. 1,  lanes I and L; Fig. 2 , lanes G and H) but this patient had never been admitted to the inpatient ward prior to her first isolation of S. maltophilia, nor had she visited the ward or utilized any 3 . PFGE profiles of S. maltophilia strains isolated from the same environmental sites in 1996 and 1997. Lanes: A and J, multimers of phage lambda DNA (48.5 kb) as molecular mass markers; B, water sample, room 13, 1996; C, water sample, room 13, 1997 ; D, water sample, nursing station, 1996; E, water sample, nursing station, 1997; F, shower drain, 1996; G, shower drain, 1997; H, sink drain 7, 1996; and I, sink drain 7, 1997. ward respiratory equipment. There were no other links between this patient and the others with ERIC-PCR profiles shown in Fig. 1 , other than attendance of the same outpatient clinic with one other patient (Fig. 1, lane F) on a single occasion 5 months prior to the first isolation of S. maltophilia. Their respective S. maltophilia strains were easily distinguishable by PFGE. Although the other seven patients featured in Fig. 1 had been admitted to the inpatient ward at some time prior to first isolation of S. maltophilia (range, 0 to 30 months), there were very few links among any of them. One patient (Fig. 1,  lane G; Fig. 2 , lane E) had been admitted to the ward 3 months prior to his first isolation of S. maltophilia at a time when another patient (Fig. 1, lane I) was also present. Their strains were also distinguishable by PFGE. There were no other inpatient overlaps for the other patients. Four of these seven patients had attended the same outpatient clinics in the year prior to first isolation, but it was not known if they had had any contact during these visits. None of these patients were known to socialize together outside the hospital. The other pair of patients whose S. maltophilia strains had ERIC-PCR profiles identical to those of three ward environmental strains were easily distinguishable by PFGE. They also had inconclusive epidemiological links. One of them had not been previously admitted to the inpatient ward, but both did have the same clinic appointment date 11 months prior to the second patient's becoming S. maltophilia positive. However, this patient did become positive during a hospital admission, although it was not known what contact, if any, this patient had with sources of the environmental strains.
The fourth pair of patients with identical clinical ERIC-PCR profiles had no contact with each other during hospital admissions but had attended the same outpatient clinic 7 months prior to the second patient's becoming S. maltophilia positive. These strains were distinguishable by PFGE, and they did not match any environmental isolates.
Although circumstantial evidence from the results of ERIC-PCR typing suggest that some of the clinical S. maltophilia strains may have been acquired from the ward environment, it does not account for the origin of the majority of strains. The outpatient clinic was unlikely to be a source for these strains. Although all of the S. maltophilia-positive patients had attended the clinic prior to the first isolation, the clinic environment yielded the lowest number of positive sites for the organism. These had been located in areas of the clinic not usually frequented by patients, and none of the ERIC-PCR types matched those of patient strains.
S. maltophilia was isolated from all of the sampled homes, and no significant differences were noted in the distribution between the homes of colonized and noncolonized individuals. However, none of the environmental strains isolated from the homes of colonized patients matched any of their clinical strains, and, as such, the origins of the majority of S. maltophilia clinical strains remain unclear. Evidence from resampling experiments carried out in the inpatient ward suggests that this may be difficult to clarify. Four of the 16 sites positive in 1996 were no longer positive in 1997, and 6 of the 12 positive sites in 1997 harbored strains with ERIC-PCR types different from those of the previous year. This suggests that the distribution of S. maltophilia in the environment is continually changing, and point prevalence surveys are therefore unlikely to detect all genotypes of S. maltophilia prevalent in a given location over time. This problem is compounded by the finite sensitivity of the sampling technique used and limitations on the number of potential sites of exposure that can be examined. PFGE of all of the ward environmental strains found to be indistinguishable in 1996 and 1997 by ERIC-PCR revealed that some of those isolated in 1997 differed by one to three bands from those in 1996 (Fig. 3) . This suggested that these were the same strains which had undergone genetic events resulting in minor changes in PFGE profile, a problem highlighted by Tenover et al. (31) . Over longer periods of time, this process may result in strains with PFGE profiles significantly different from that of the parent strain, making exact identification of environmental sources for clinical strains of S. maltophilia acquired months or years previously extremely difficult.
Further studies would be required to ascertain the precise mode of acquisition of S. maltophilia from the environment. S. maltophilia was isolated primarily from moist sites, particularly in relation to plumbing systems, such as faucets and sink drains. Aerosols containing P. aeruginosa can be generated from such sites (10); however, further experiments would be required to ascertain if this is also the case with S. maltophilia. Counts of S. maltophilia in water samples ranged from 0 to more than 2 ϫ 10 3 CFU/ml. Levels also varied markedly between the two sampling times. It is also possible that levels will vary at different times of the day, with higher levels occurring after prolonged periods of faucet nonuse. Systematic sampling at different times of the day would be required to confirm if this is the case. However, the level at which water contamination with S. maltophilia becomes a significant threat to patients is unknown and may depend on the clinical status of the patient and the coadministration of antibiotics. The absence of S. maltophilia from the hands of staff members suggests that transmission via this route is not a major factor.
The decrease in antibiotic susceptibility of clinical strains of S. maltophilia relative to environmental strains does not necessarily imply that the more resistant environmental strains are most likely to colonize patients. Because S. maltophilia is noted for its ability to become increasingly resistant to a variety of antimicrobial agents during therapy (16, 23) , many clinical strains may have been more susceptible at the time of initial acquisition.
Most environmental strains of S. maltophilia isolated in this study were resistant to tobramycin. The use of aerosolized aminoglycosides has been significantly associated with S. maltophilia colonization of patients with CF in a previous study (9) and S. maltophilia is also known to contaminate equipment used to deliver aerosolized antibiotics (18) . Since solutions of tobramycin used in nebulizers come ready-made in sealed sterile vials, any contamination of nebulizer equipment by S. maltophilia is likely to result from postuse washing. This is often performed by using water taken from faucets. If drying is incomplete, the equipment may become contaminated with S. maltophilia, particularly since the organism is known to adhere to plastics (19) . It is not known if S. maltophilia would be capable of surviving exposure to the extremely high concentrations of tobramycin that occur in this setting, but it is interesting to note that a strain of S. maltophilia has been reported that utilized streptomycin as an energy source (13) . Further studies would be needed to assess the level of contamination of nebulizers with S. maltophilia.
This study has revealed the widespread distribution of S. maltophilia in the homes and hospital environments of patients with CF, particularly in water and plumbing systems. The majority of patients possessed strains with unique genotypes. Although circumstantial evidence suggested that some patients may have acquired the organism from the hospital ward environment, the origins of most of the isolates of S. maltophilia colonizing patients remained uncertain. The ease of isolation from the home environment suggests that acquisition of S. maltophilia outside the nosocomial setting may be much more common than previously anticipated. Although PFGE was more discriminatory than ERIC-PCR for typing S. maltophilia in this study, its usefulness for investigating potential environmental sources of strains acquired months or years previously was weakened by the evolution of different band patterns within clones. The findings of this study have wider implications for the epidemiology of S. maltophilia in other patient groups.
